present inability to measure their intake directly creates uncertainty. But, as a first approximation, it is reasonable to assume proportionality.
Based on the above dosimetric considerations, the risk of lung cancer from ETS exposure among nonsmokers in the United Kingdom and United States would be small. Assuming linearity in the dose-response relationships, the risk would be about 1% of the excess risk in active smokers. This is equivalent to a relative risk of 1.14 in males, given that the relative risk in average male active smokers is 10 to 15 times greater than in nonsmokers (Hammond, 1966; Doll and Peto, 1978). For ETS-exposed women, the average relative risk may be less. If the cotinine data suggesting greater ETS exposures in Japan are correct, the excess risk in Japan would be greater.
ASSESSING THE RISK FROM EPIDEMIOLOGIC
STUDIES OF LUNG CANCER
AND EXPOSURE TO ETS
Some of the epidemiologic studies on the possible relationship between ETS exposure of nonsmokers and lung cancer have been discussed elsewhere (Rylander, 1984; Samet, 1985; IARC, 1986). The majority of studies of lung cancer in nonsmokers and ETS exposure classify subjects on the basis of whether the nonsmoker lives with a smoker. Eighteen such studies were identified, and the analysis presented below is based on 13 studies listed in Tables 12-3 and 12-4. The other 5 studies were excluded for the following reasons:
•    Knoth et al. (1983), no reference population was given;
•    Miller (1984), study reported all cancers but did not report on lung cancers separately;
•  Sandier et al. (1985), included very few lung cancer cases;
•  Koo et al. (1984), a more recent analysis of the population was presented in Koo et al. (1986); and
•  Wu et al. (1985), raw data were not presented.
Otherwise our analysis used data from all the studies, thereby reducing the possibility of bias arising out of selecting only some of the studies that met minimal standards.
Table 12-3 gives the characteristics of the 13 studies included in the analysis. The relative risk estimate, together with its 95% basis for computing a first estimate of the risk of lung cancer arising from ETS exposure depends in part on whether the intake of the relevant carcinogens in active and passive smokers is directly proportional to the relevant intake of nicotine, from which cotinine is derived. Our lack of knowledge of which specific smoke components are responsible for causing lung cancer and ourts of maternal smoking on pulmonary function in
